SUMMARY
ASCULAR endothelial cells release endothelium-derived relaxing factor (EDRF), which produces the vascular smooth muscle relaxant response to acetylcholine (ACh).1) EDRF has been characterized pharmacologically and identified chemically as nitric oxide (NO).
2) The formation of NO from L-arginine by endothelial cells in culture has been demonstrated, 3, 4) and this biosynthetic process is inhibited by the L-arginine analogue NG-monomethyl-L-arginine (L-NMMA).5,6) L-NMMA7) causes a dose-dependent increase in mean arterial pressure in anesthetized rabbits and reduces release of NO from isolated rabbit aorta in vitro. Furthermore, the elevation of arterial pressure and the reduction in ex vivo In conclusion, intravenous injection of L-NMMA raised mean arterial pressure and some regional vascular resistances in rats. The results indicate that the resistance of vascular beds is regulated by NO synthesis. The magnitude of regulation may differ among the various vascular beds.
